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Clinical efficacy of lamivudine and adefovir dipivoxil therapy in patients with liver cirrhosis resulting
from hepatitis B WU Lu, MA Xw-yun, YAN Jie, LI Wei-li, CAI Hao-dong. Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China
Corresponding author. CAl Hao-dong, Email. chddt@ 163. com

[ Abstract]
dipivoxil (ADV) in treatment of patients with liver cirrhosis resulting from hepatitis B. Methods

Objective To observe the long antiviral efficacy of lamivudine (LAM) versus adefovir

Double-blind and randomized recruitment was applied in compensated and decompensated liver cirrhosis
paitients with chronic hepatitis B (LAM treatment group and ADV treatment group, with the number of cases
as 21 and 23, respectively). The dose were 100 mg/d of LAM and 10 mg/d of ADV, and the efficacy were
evaluated, respectively. Results The virus suppressive efficacy were similar between LAM and ADV at the
end of 48th week and both could significantly improve liver function in liver cirrhosis patients with chronic
hepatitis B. The combination treatment of LAM and ADV exhibited significantly superior efficacy compared to
either single LAM or single ADV treatment. There were no drug-related adverse reactions identified during
The

safety and efficacy profiles of LAM and ADV were confirmed in treatment of liver cirrhosis patients with

either single therapy period or combination therapy period of the two drugs for 48 weeks. Conclusions

chronic hepatitis B. Complete viral response was demonstrated among 95. 5% patients with combination
therapy, which also proved improvement in liver function and life quality.
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ARWFFE I 4 AT 8 FKEEBE UM S i — 30
LAM F1 ADV j& 97 & B 8 Ak 0 Ji s v 2 b
O BEBL TFHO BRI R AT 5 b i B R 2 (iR
TR BE B O BRI IR DL Al . 1
TR FHBEAL SUE X R A 76, St 1k o A
R A I AN I AR 0] S8 & AT BEDL 73 4, )
S LAM (R 45 : B8 T, 3 22 R s w3 v
i) 100 mg/d B¢ ADV (i 4% - S48 7, B 22 K s o
Zvu] )10 meg/d YR, L A YT R IR YT 24
JA 136 Jil )5 53514 HBV DNA JK-F- 559677 1] f i
HH#AT R, EFHIEEE > 1 log,, # D1/ml 8¢ HBV
DNA =10* 5 01/ml 9 I 55 — Rl 254 (LAM
B ADV)EREIRYT, KRB A EZ RRITER
48 Jil ;3097 48 JH IS, BT A Y42 ADV L LAM
BRAIRYT , 4R SEULGEIRA VA TT I I IR YT 2%, 2 W42
144 J& , BLE 58 L 96 Fmy bl . A B BR AT
I S FH A DR | 3 I 245 45, 4 A i R e 52 DR
2l G E VR T TR 27 Ak Hh B 24 (AR YT
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1. Apkbrifi: OF 18 4E HBV j&s 1 HBsAg [
P, HBeAg BHA4: % FH4:, ALT  AST #1 TBil 1F % % 7
QG R E (R CRIF R BhGE R ) T O B
RIFEEAL ISR IE , 25085 A WAk 2 B 27
A A A A 2 B R A ] K v R (
DIRe Uk s B H bkt 5k ) IEHE si Al 2575
JTRE L2 W, Child-Pugh A 2%} B 2% ; @HBV DNA =
10* $5 U1/ ml; A% 18 ~70 % ; @REA: A 4552 i #%
T (R) ERWIRIT .

2. HEBR R : O[] B % e 2K fi 92 Bk B G 5
(HIV) | N B 58 9% B8 (HCV) 2T BYIF R 9% 55
(HDV) 35 ; QW RS 1« B B b5 M mi JE DR BRI
3 87 by 2K 7 JF U 9 5 T 850 ) PR Ak 5 B T B ki
12 I ek sl G At A i g s DAFP > 50 ng/ml;
G HAL S RGP A E R A EAEE 2
G ] SO BT S 25 PR T R @I 1 (24
JA) A RS 5, SR YR B LI i 2

= WEHE R

MR Jm 4 12 FBEDT A 1 Uk, WL%¢ HBYV DNA
AL ; ALT  AST il TBil & % R ; 115 & K )
JFtE A ( model for end-stage liver disease, MELD ) -
43:3.8 x In[BZT % (mg/dl) ] +11.2 x In(INR)
+ 9.6 x In[ IMIEHLEF(mg/dl) ] + 6.4 (A : fHTT
PEECGIDRGYE O, oAt 1) 5 Wil S e 2l g R A0z (K

THALTE W PRI ) B9 & A= 5 8 o #E  F AFP
S FF W0 JFF O Aol g 5 5 25 W0 AH O 51 0] REAH IR R
2N 5 A 19 SO o () A R A

USRS g

SR AR AR A AR BEIG R L3 = 5 . R
TR A2 AT ALT F1 AST KF, B 1E % S 20
1o 40 U/L; R H 2B 98 2 7 PCR 3L Kl HBV
DNA #d, i F &l A FiERHEE S RARA
ALK N RR S (EH R < 500 $5 01/ml (2.7 log, 45
Dl/ml) s Mk 2z & 6k (28 B A 28 el &) K
I HBeAg/HBeAb , #6:i T FE 2% {5 & HBeAg < 1.0
S/CO,HBeAb > 1.0 S/CO,

TGt ab B

K SPSS 13. 0 AT Bl Gt b e 09
FLR H Fisher 506 MER 15, TH 8 TRER H B ATR:
55, JRI7 AT MELD 3720 R HECXFEAS ¢ k6. DA
P <0.05 KR ARG HE L.

% R

— AL 1 B A

ARG IA 53 B FH SN, 5 2 44 BIFF
ENHFRUE, Horb LAM 41 #2321 5], ADV 20 B &
23 i, F 2 s PR A 1 3 A 0 RE B I IR 4 AIE Hh BR
HBeAg [HM: B EFIE(P < 0.05) 5, HA £ F8hn 2
SETEGIFEE (P> 0.05) , L%k 1,

TR 48 JR R A R TR HL AR

LAM 23697 24 J8 )5 ir A7 /5 45280 HBV DNA
I TFHEM RBR (< 500 #501/ml) (W2 FIE 1) {5
1697 36 JEIA 1 i HE HBV DNA JX 3% 1.84 x
10° #% 01 /ml Al ADV BEAFERAIGYT 5 1697 48 JiJG
HBV DNA Sz i =1 log,, % Ul/ml () 85 F3G n = 3
1, ADV 413597 24 JERT 1A 60.9% (14/23) &
HBV DNA &2 KME TR, 1657 24 J& 136 5
HBV DNA {5 = 10* $ D1/ml /43514 5 #1501 4 4,
Horpr 1 A AE TR YT 28 FERT AN 2 6] & 7R IR YT 36
JEBE A LAM B G9697, J6 1 6 7EIR YT 48 JH]
&4 HBV DNA i =1 log,,#% I1/ml, J&¥7 48
JilJ& ,LAM 1 ADV 23557 41 855 HBV DNA KT
I BRI F 23853301k 76. 2% F1169. 6% , 22 5 T4t
THeEE X SRR, LAM $U9% 8 /E 3% T ADV,
(R BRI 24 2B i, B IR YT 48 B X w41 1
FORTLREES, 5 8 FER B R—5" .

IRITRIPIAL L ALT (AST A1 TBil H £ /DH W
TSR R 18 ], 40 B b 85. 7% M 78.3% o G
48 JEJ5 DL I 3 Tis bR Wk IE H # H LAM 4 10
1 (55.5% ) ,ADV 20 9 4] (50.0% ) , Wi H - Diiig &2
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HARALI(P = 0.866) , W4 ZIRTT 48 JH 5 &
ADV ZHH 754 1 5] Child-Pugh 3438 B 9%, Hx
BB AR(P=0.784) , JAJT 48 JHJ5 SiRYT I
o, B4R B9 MELD 372035 5 3% T [, 20 51 F %
(1.69 = 2.74)F1(1.33 + 2.63) (HER LG H2¢
X (P=0.6605),%3, ZEF 475 LAM fil ADV 15
At 25 A 2 B TR TRk HR 2 B F I T B

R2 WL HBV DNA AR AT IR LA 6% ) ]

1RYT 48 JEE T B #E A LAM F1 ADV BX S
RITH B, 1RYT 96 R, B4l B P BR 2 ] HBV
DNA {540 F 500 ~ 1000 £ 01 /ml 4, Hi4s 8% HBV
DNA #J < 500 % Ul/ml, J& 1 {0 3% % L 5 732 K
B, SRREEAIRIT TR A T R 25 Y B2y
1BIT o

1597 96 JE )5 ,70. 5% e ALT . AST £ TBil
KWK IEH , T4 B Child-Pugh 37434 9%
G

am v 127 2408 36 48 Ji] Az 1 oo 0] 45 U A s AR T T R A 38 1)
LAMZl 21 18(80.9)  21(100) 20(95.2) 16(76.2) (86.4% ) , LB ARLE 4 #11(9. 1% ), FFE#H 2 i
ADVHL 23 11(47.8)  14(60.9) 16(69.6) 16(69.6) (4.5% )
g 7 0132 10,3304 4.8636  0.2429 VU AT ) D B S AR A2 S 240 e e v & A
p 0.008 0.001  0.027 0> 1RYT 96 JEMHI], FELA D E K Y 4 i B EE
KENER AFHRIRF G T 1 Bl k. b1 BEE
TEIRYT 58 A A A b i AkalE o, He s B 3 T
100% . K T AR H i R P s 45 BT LR B I B e 2k AR
_ PERM A 5 BGIT TR A B B EIRYT SR G
8%} 1 BB ABE . T A £ AR 24 JRIREIN 1 Yk AFP,
60%1" [ B2 47 P Az A LA W I 440 i 9 ( hepatocellutar
ok carcinoma, HCC) i & A5 ko 3 B8 35 53 51 TR )T
12 J& 70 JEVRN 72 JA & BT A, o 1 s T
20 1BIT 84 G FET:,2 B4 A ARTT G 9k 4E S it
o L | | A G IRIT 96 N & HCC kA& XN 6. 8%
B 1 WHEEE HBV DNA R FRANTRILRTER (3744) o B 1 %f%‘% HCiﬁiichﬁ(‘{éﬁ 125])
Ah, HAx 2 it &4 HCC Bk # H 0ik 8 58 4
= AT O s
R 1 PIULEE IEARTORRIIG AR
- % i3 P51 HBV &Y K o HBeAg HBV DNAi ALT
(% ,5%5) (B4 B0 (WIR/BIRE 1) (FIRE/BIPE. 1) (logi#M/ml, x25)  (U/L,xxs)
LAM 41 21 46.5 + 9.8 18/3 10/11 6/15 5.29 + 0.67 63.2 + 38.1
ADV 41 23 45.1 + 11.8 15/8 14/9 15/8 5.35 + 0.95 56.8 + 41.6
Gttt ¢ = 0.4258 X2 = 2.4596 X2 = 0.7774 X} = 5.9089 ¢ = 0.2399 ¢ = 0.5305
P 0.6749 0.117 0.378 0.015 0.8116 0.5988
5 - I/ MM Child-Pugh 432 MELD 43 I KAE
(x 10°/L,x 5) (¢/L,x%5) (A/B/C, i) (x£5) K/ NBIBR/ Hl, 151])
LAM 41 21 110.9 + 76.0 43.1 + 5.8 19/2/0 6.04 + 2.8 2/1/0
ADV 41 23 108.0 = 82.1 44.9 + 4.7 20/3/0 5.43 2.3 2/2/1
Giitht t =0.1212 t = 1.1354 x* = 0.1350 t =0.7925 xX* = 1.2450
P 0.9041 0.2627 0.713 0.4325 0.742
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&3 WLLERFIRST 48 JARF MELD PO LA (% +5)

PILRIR YT R B LA

Sy 1% HL 48 J& AMELD
: P

LAM 2] 21 6.04 + 2.80 435 +2.10 1.69 + 2.74 2.826 0.010
ADV £ 23 5.43 +2.30 4.21 +2.30 1.33 +2.63 2.416 0.024
5 2H 1] L3R

' 0.7925 0.2152 0. 4423

P 0.4325 0.8306 0.6605

A R R A TER A IR YT W8 o T AR AL B T i

PHZE R R 2ia W Ia) A R AT S LAY R
BB AW B TS AR (R 4) ALk
ATE DAL, 28 S ST T2 08 o B2 RIR 5B YT
96 JEIIAIRI T 25 WA SR BN RN R A, R A 12 )]
I 1O TR LA | AL Y | L T A L e
JBE LR R PR LA R i ok S P ] S R, IR &
YR L LSRR A . IRHT ADV #Y A&
B IG5 e BT a8 S 37 LI K T o

R4 ALEFE RGIT 48 A

AR FER AL (B
5 % W EE RE ORI AW
LAM 2 21 3 2 1 1 1
ADV 4 23 4 3 2 1 1
P 0.778 0.713 0.605 0.947 0.947
it

Frek HBV 1% 3t & i AT JE 2 4 IR 58 2 18 1
CHINT AR B TR RS E KD SR
B RN e RE SR BE AR B A IR Ak 391 mT A B e 559, (H
F/1/3 ~1/2 () HBV M JF Ak H 35 {75 47 7 HBV
TSR W, A U R ) HBV g = ) A B AR
FIAP 2  BAE2 10% ~20% 11 H 3% % AR 5 3,
FUHA IR A 1 o 38 B S B R AR 2 3% ~ 5% 1)
FEE R B R TP G s B8 £ A i K e Ik 2
Hiifi, HBeAg mf, HBV DNA Ifil 1 BH % i H 3 & A2 T
Dine R AR fE ke PEAE HBeAg A1 HBV DNA [ &
FEm A D Nk, RO AT ORI T RS
HBV & il , 4 ReWs /DI A 1Y A&, 3t v R I AR A7
RIF s A T T

LAM 1 ADV 23 I IR b & )1z iR
A E kPt HBV #47 (12) 5. REC A 204
XK LAM 5 ADV BLZGa0IA 79T £ B R a4k Y
INEEAR S BRBIFSE O H 2200 1 AR YA I8, KB
W IHE R ARBFSEXT LAM #1 ADV BA2534
7 I 5 IFRE AL £ G UEAT 48 JE N HRLER , Jf- T 48

AT RL I B A

T EE R UESE, LAM () B09% #:4F % T ADV,
LAM 3597 24 JE T B 09 HBV DNA # <500 4
DL/ml s (HAR SR YT I ,23. 8% 3% & HBV DNA Jx
LM ADV DIt LAM Tif 25 1) HBV, ADV if
J7 48 IR ,69. 6% H# 1Y) HBV DNA F-F2 T, i
LI TR R BR 5 H AT 30. 4% B ERYT 48 Ji G
1135 HBV DNA ZK-FAJ5 A 3K 247 20m il ( < 500 $5
D1/ml) 2500 A LAM #4786 /7697 . LAM 5§ ADV
HZRYT 48 Jil, HBV DNA LT 45 I R AY L8 K
FFh e & % R Al LAM f1 ADV &6 97 )5,
95.5% (42/44) %) HBV DNA 7K1 < 500 4%
Ul/ml, HiBY7 96 JEJ T 1 5] 35 & 4= HBV DNA 2
WL T 2SR YT . $E 8 LAM B¢ ADV
PAZIIRYT £ A P LAM $uik 5 /E Hi% T ADV,
(B 225 KA TR 24 s ADV PigaE/E IR 55, HAR >
KA 2y, HX) LAM it 25 HBV 3. W25
THIT AT R R UREEIT AL, B 1R 25 1 R A

R EE R WoR , PUR BEIR T AT I S oo & AU
HRIFIEAL A W F D RE , A A5 h 70. 5% & B T
DIRe I IE &, [ A 3 o i 75 DA, IFDh g kAR
PR AT BE B ) 45 06, F— R SE R B IR T
AU M O RIF 53697 10 5, R 2 T R AT
WEAb AT B O, BT 38 I UE LA A, s ik
TS RPTRTEAIT Y o IR, ASBIESE o B — i
SCT LAM 85{ ADV JAJT SR 96 BFAE AL 5 3 1 it 52
Pt , BRI 2 ekt

ABFSE LS Rl WoRBUR BE IR YT T A REAT R F B
AL B HCC ()& A, 1697 96 JAIIN, HCC & A4
BN 6.8% , HI A 59 EE N A TC K, X 5 A s i —
T AFI B FE 45 FARRLS o $ R A6 A B PO FE3A
IR IFREAR A & HCC By fa B IR 2, 75 28 30 50 it
AR F-Bex HCC #1710

M2, LAM 5 ADV 3897 BRI 5 A 4k £ 25 3%
Za HAR, HIR AR 7 AE 95. 5% 1) 3 18 3 58
SRR (R T D) REAS B kst AR T o i A
B[RRI 2 U I HCC iR .
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